Congenital duodenal stenosis or diaphragm usually presents as a neonatal obstruction requiring urgent surgery, but there are rare instances of survival into adult life without treatment and sometimes with surprisingly few symptoms. Hudson (1961) , in a review of the literature, found only 11 such cases and added one of his own. In the same year, Threadgill and Hagelstein (1961) (Fig. 1) , and screening demonstrated free gastro-oesophageal reflux. There was gross dilatation of the stomach and proximal duodenum due to hold-up at the beginning of the third part of the duodenum (Fig. 2) . The 24-hour films showed that most of the barium remained in the stomach and proximal duodenum. On oesophagoscopy there was reflux of bile-stained gastric contents, and a zone of oesophagitis with flaking of the mucosa at 25 cm. from the upper incisor teeth. A biopsy of the area showed inflammation and ulceration of the oesophageal mucosa but no evidence of ectopic gastric mucosa.
At laparotomy in April 1964 there was no evidence of hiatal hernia or gastric or duodenal ulceration. The first and second parts of the duodenum were distended and rotated to the left, and the walls of both the stomach and proximal duodenum were thickened. Using Kocher's manceuvre, the duodenum was mobilized and was found to assume normal calibre beyond the junction of its second and third parts. Duodenotomy, just proximal to the narrow segment, revealed a diaphragm with a 3 mm. opening eccentrically placed, close to the postero-medial wall. The diaphragm was excised, and a retrocolic duodenojejunal anastomosis was performed with the stoma centred on the site of the excised web. Histology of the diaphragm showed only normal duodenal mucosa without ulceration or inflammation. Maclaurin (1963) has shown, oesophageal reflux is prevented in part in the normal subject by the action of the intra-abdominal pressure on the lower intra-abdominal segment of the oesophagus. This is reinforced by the mucosal seal at the cardia, which is maintained, at least partially, by the contraction of the internal sphincter. Reflux may result where the intragastric pressure becomes higher than the intra-abdominal pressure, or where the intra-abdominal part of the oesophagus is displaced into the chest. As far back as 1906, Tileston pointed out the possible significance of pyloric obstruction in producing dilatation of the stomach and thereby relative insufficiency of the cardia. In the present case, the rise in intragastric pressure was due to duodenal obstruction, and reflux ceased when the obstructing diaphragm was removed. Since the-diaphragm was situated distal to the ampulla of Vater, the regurgitant fluid contained bile and trypsin, giving rise to severe tryptic oesophagitis, as sometimes occurs after total or even partial gastrectomy (Bingham, 1958; McKeown, 1958; Kennedy, 1959; Cox, 1961) .
Alithough a persistent duodenal diaphragm may occur anywhere in the duodenum, it is most commonly situated near the ampulla of Vater (Aird, 1957; Hudson, 1961) . Some consider duodenojejunostomy the treatment of choice for this condition (Maingot, 1961 ; Harkins and Nyhus, 1962) , and this is undoubtedly the best procedure in the infant in whom there has been no long-standing dilatation of the duodenum. In adults, however, duodeno-jejunostomy alone rarely relieves the preoperative symptoms, and this had led Threadgill and Hagelstein (1961) 
